Introduction
The alveolar epithelium of the mammalian lung is coated at the air-liquid interface, with a complex of lipids and protein called pulmonary surfactant. This material stabilizes the alveoli, preventing their collapse on expiration and facilitating their expansion during inspiration.
The lipid constituents of this complex are well known, and two group of proteins have been the focus of many studies and are becoming better understood. One ofthese protein groups has a molecular weight of approximately 35 I D and is referred to by our group as pulmonary surfactant-associated protein-A on PSP-A. This sialoglycoprotein group has been extensively charactenized (13, 16, 19) , its synthesis by the lung studied (5, 6, 18, 28) , and cDNAs coding for its mRNA isolated and characterized (7, 25) . By use of immunohistochemical techniques, the sites of synthesis of this protein have been identified in Type II alveolar epithelial cells and possibly in the Clara cells of the bronchiolar epithelium (1, 3, 20, 24, 29) .
The second surfactant-associated protein group consists of hydrophobic, low molecular weight proteins. Our group and others have studied the properties ofthis group ofproteins (17, 22, 23, 26, 27, 30) .
We have recently characterized one of these proteins, which we refer to as pulmonary surfactant-associated protein-6 icD, or PSP-6. This protein is very hydrophobic and is soluble in organic solvent mixtures, such as chloroform:methanol and ethanol:ether (17).
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In this study we used an antiserum to localize PSP-6 and PSP-A in the human lung with the indirect immunoperoxidase method by light microscopy. We found that both proteins are present in the Type II cells, which are the probable sites of their synthesis, and in alveolar macrophages.
Materials and Methods
Antigen Isolation 
Controls.
A variety of controls were performed using the conditions described above. Instead of the primary antisera to PSP-A and PSP-6, normal rabbit serum, rabbit antiserum to Keyhole limpet hemocyanin, and a rabbit antiserum to bovine aortic endothelial cells were all tested. In addition, incubations were performed in which the primary or secondary antiserum was omitted. 
Results and Discussion

